and frontal lobes, in median prefrontal and frontal lobes, in right prefrontal and frontal lobes and in right temporal lobe (p < 0.05). Gifted children presented faster N100 latency than children that participated in the control group. In all other topographic brain areas there was not found any statistical differences in N100 waveform between gifted children and control group (p > 0.05).
Moreover, Mann-Whitney non-parametric statistic for independent samples was calculated in order to investigate differences in P300 latency between highly intelligent children and control group. Statistically significant differences were observed in left prefrontal, frontal, temporal, central and parietal lobes (p < 0.01). Also, statistically significant differences were found in median prefrontal, frontal, temporal, central and parietal lobes (p < 0.01). Furthermore, statistically significant differences were found in right prefrontal, temporal and central lobes. In the right frontal lobe were found statistical difference in gifted children compared to control group (p < 0.05). Lastly, there was not any statistical difference in P300 latency in highly intelligent children compared to control group in right parietal lobe and median occipital lobe. The outcome of this statistical analysis is that highly intelligent children presents shorter latency in P300 waveform in comparison with their average peers.
The same statistical analysis was used in order to investigate children's reaction time. Statistically significant difference between highly intelligent children and those that participated in control group (p < 0.01). Highly intelligent children presented shorter reaction time than their equal to control group.
Moreover, a statistical analysis of correlation was performed between the latency of N100 and P300 waveform and children's RSPM scores. In order to correlate these samples the latencies of the three prefrontal, frontal, central and parietal lobes were computed. Also, the latencies of right and left temporal lobes were computed. It seems important to underline that this correlation was not conducted for occipital electroencephalographic area as it was only recorded the latency of the median sight (Table 1) .
Finally, a correlation analysis was performed in order to investigate the relation between children's reaction time and RSPM scores. A significant negative correlation between reaction time and RSPM scores was found (r = −.781, p < 0.01).
Discussion: Previous research has shown that gifted children show faster P300 latency, faster N100 latency and faster reaction time compared with average peers. However, there is lack of studies that investigate all of these three components together and their relationships to children's I.Q. (RSPM). This study aimed at investigating these parameters. The statistical analyses showed that P300 and N100 latency as well as reaction time were significantly shorter in highly intelligent children in comparison to children with average intelligence. Also, we found significant correlations between these three components and the score of RSPM reflecting that children with higher neural abilities present smaller latencies in Event Related Potentials waveforms. The results of the present study support the neural efficiency hypothesis stating that "high -IQ subjects" brains work more efficiently (Zhang, Shi, Luo, Zhao and Yang, 2006) . http://dx.doi.org/10.1016/j.ijdevneu.2015.04.318
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Mutations in DOCK7 in individuals with epileptic encephalopathy and cortical blindness Epileptic encephalopathies are increasingly thought to be of genetic origin, although the exact etiology remains uncertain in many cases. We describe here three girls from two non-consanguineous families showing a novel clinical entity characterized by dysmorphic features, early-onset intractable epilepsy, intellectual disability, and cortical blindness. Brain imaging also showed specific changes in subjects from each family, including an abnormally marked pontobulbar sulcus as well as abnormal signals (T2 hyperintensities) and atrophy in the occipital lobe. Exome sequencing performed in the first family did not reveal any gene with rare homozygous variants shared by both affected siblings. It did, however, show one gene, DOCK7, with two rare heterozygous variants (c.2510delA (p.Asp837fs) and c.3709C>T (p.Arg1237*)) found in both affected sisters. Exome sequencing performed in the proband of the second family also showed the presence of two rare heterozygous variants in DOCK7 (c.983C>T (p.Ser328*) and c.6172G>T (p.Glu2058*)). Sanger sequencing confirmed that all three individuals are compound heterozygotes for
